. The response of D cells to glucose and its eventual modulation by insulin leads also to divergent results: glucose stimulates somatostatin secretion in vitro in mammals (Hermansen 1980) and in the chicken (Honey et al. 1980) , however no stimula¬ tion could be observed in the duck neither in vitro (Gross & Mialhe 1986 ) nor in vivo (Laurent et al. 1985 ). In the same way, there are discrepancies about the rôle of insulin in the response of D cells to glucose (Hermansen et al. 1980 (Mialhe 1958; Laurent 1983 (Karmann, personal communication) . The sensitivity was 0.1 ng/ml and the assay had intra-and inter-assay coef¬ ficients of variation of 4 and 10%, respectively.
Somatostatin. Immunoreactive somatostatin (1RS) was determined by the radioimmunoassay of Di Scala (1983), using synthetic S-14 as a standard, which com¬ peted like pancreatic effluents with our antibody (Gross & Mialhe 1986 ). The sensitivity of the assay was 10 pg/ml and intra-and inter-assay variation averaged 4.9 and 8.9%, respectively. · and respectively correspond to significant (P < 0.05) and very significant (P < 0.01) differences from the prestimulatory fraction (n = 5). (Fig. 3) . (Fig. 4) Fig. 2 (n = 7). Effect of a simultaneous exposure of splenic bulbs to 33 mM glucose and 2 ng/ml insulin, for 10 min, on glucose, insulin (IRI), glucagon (IRG) and somatostatin (1RS).
• and O: same symbols as in Fig. 2 (n = 6).
Effect ofglucose and insulin
The amounts of insulin used (2 ng/ml) corres¬ ponded to a doubling of the insulin release ob¬ served after a glucose injection in vivo (Laurent & Mialhe 1976 ).
When the splenic bulbs were exposed to 33 mM glucose in the presence of physiological amounts of insulin (2 ng/ml) an immediate decrease in glucagon secretion occurred (P < 0.05 from 0 to 10 min), while no variation in somatostatin release could be detected (Fig. 5) Fig. 2 (n = 7).
5. Effect ofglucose in the presence of aminoacids (Fig. 6 were respectively 2-to 10-fold (depending on the presence or not of aminoacids in the medium) and 5-to 7-fold higher, in the perfused splenic bulb of the duck. These elevated somatostatin and glu¬ cagon and relative low insulin release correlated well with morphological and physiological data (Laurent 1983) , and with a 4-fold higher glucagon and somatostatin versus insulin content (Laurent, unpublished data) of this part of the duck pan¬ creas.
Effect of 3 -isobutyl- (Laurent & Mialhe 1978) , has also been reported for somatostatin in the perfused pancreas of mammals (Hermansen 1980) and chicken (Honey et al. 1980 by glucose, as observed in our system with physio¬ logical amounts of aminoacids in the perfusion medium, has been described in vitro in normal mammals (Hermansen 1980) as well as in the perfused chicken pancreas (Honey et al. 1980) .
Insulin is probably not involved in the response of D cells to glucose as already suggested in the perfused pancreas of diabetic dogs (Hermansen 1980) and corroborated by our results. Moreover, no effect of insulin on D cell secretion could be detected during hyperglycaemia in our model, while high insulin has been shown to stimulate the perfused chicken pancreas (Honey et al. 1980 ), but only during hypoglycaemia. Similarly, insulin has no demonstrable effect on somatostatin secre¬ tion of mammalian pancreata (Hermansen 1980 ); however, an inhibitory effect has been described during hyperglycaemia in the perfused rat pan¬ creas (Gerber et al. 1981) and during diabetes in vivo in the dog (Hermansen et al. 1980 
